quote, but without details, the case of William Spencer in which optic neuritis and carcinoma of the bronchus were associated There was no case of optic neuritis in the London Hospital series of patients with neurological complications of the reticuloses (Currie & Henson 1971) . The alternative hypothesis is that the patient has two unrelated conditions namely a uveomeningitic syndrome and carcinoma of the broast. Thus sarcoidosis could cause the CSF pleocytosis, but the retinitis is unlike that seen in this condition, macular involvement and papillitis being rare (Geeraets et a!. 1962) , and there was no other evidence of sarcoid on chest X-ray or lymph node biopsy. The Vogt-Koyanagi-Harada syndrome can produce a picture very similar to that in this patient but it would be unusual for the skin, hair and eighth nerve function all to be completely normal after two years (Cowper 1951) . Similarly, it is difficult to sustain a diagnosis of Behget's disease in the absence of mucocutaneous manifestations after such an interval. It would thus seem unlikely that this patient suffers from any of these syndromes. That her neurological condition is related to the neoplasm is the most plausible hypothesis.
Gluten-sensitive Dermatitis Herpetiformis P P Seah MB MRCP (Department ofDermatology, St Mary's Hospital, London W2) and J S Stewart MD MRCP (West Middlesex Hospital, Isleworth, Middlesex) Mrs P P, aged 39 History: She was admitted to the West Middlesex Hospital in March 1960 aged 26 (Dr N F Coghill) with 8 years recurrent colicky abdominal pain and one or two loose, pale, offensive stools per day. Three episodes of unexplained anemia. Fair appetite, steady weight, no vomiting. No history of childhood coeliac disease but one year previously had been thought on clinical grounds elsewhere to have coeliac disease for which she had been tried on a brief partial gluten-free diet without benefit. No drugs, chest or skin trouble or abdominal operations and never in tropics. No physical signs except that she appeared anemic.
Investigations: March 1960: Hb 8.2 g/100 ml; hypochromasia. Sternal marrow moderately megaloblastic, no iron stores; still megaloblastic following trial of vitamin B12 to confirm folate deficiency (folate assays not then available). Folic acid absorption 4:18:47 ng/ml after oral dose following 'saturation' (normal peak rise >40 ng/ml). Plasma calcium 9.2 mg/100 ml, alkaline phosphatase 23 K-A units/100 ml, albumin 4.0 g/100 ml, globulin 2.7 g/100 ml. Xylose excretion 2.8 g in 5 hours following 25 g oral dose (normal >5 g). Glucose tolerance test 64:68:88: 75:80 mg/100 ml at half-hourly intervals (normal peak rise >40 mg/100 ml). Daily fvcal fat 9g (6 day collection). Barium follow through normal. Jejunal biopsy: flat mucosa, cceliac lesion histologically, surface cell height 15 pm (normal >29 pm). Cceliac disease was diagnosed and treated at first with oral iron and folic acid (patient reluctant to take diet).
October 1960: started gluten-free diet and felt better (Hb 11.6 g/100 ml), but returned to normal diet in February 1961; remained fairly well until Hb fell to 9.2 g/100 ml and serum folate to 3.0 ng/ml in 1963; restarted on oral iron and folic acid. Remained on this treatment intermittently throughout 1960s.
1967: seen during a survey by a dermatologist who found nothing abnormal. 1968: first noticed clear itchy blisters on elbows, front of knees and thighs. 1970: iron absorption (whole body counter 14 days retention) 0.8%o (normal >8.0%) and mean daily free iron loss 0.163% over 21 days (normal 0.018-0.026 %) (Dr D Sutton).
March 1971: sore mouth and tongue. Hb 12.8 g/100 ml; macrocytosis. ESR 6 mm in 1 h (Wintrobe), WBC 3000/mm3 (neutros. 40%., lymphos. 54%, eosinos. 4%). Serum B12 80 pg/mI, folate 3.2 ng/ml, calcium 8.2 mg/100 ml, phosphate 2.8 mg/100 ml, alkaline phosphatase 107 iu/l. (normal 20-110 iu/l.), serum immunoglobulins normal (IgG 1140, IgA 130, IgM 138 mg/100 ml). Repeat jejunal biopsy: flat as before. Started strict gluten-free diet: morphological improvement (see Chapman et al. 1973) .
September 1971: included in immunofluorescent study of skin of patients with dermatitis herpetiformis (DH) (Dr L Fry). IgA deposits found in dermal papille (Fig 1) . 1971-73: good clinical and objective response of cceliac disease to strict diet. DH also controlled by gluten-free diet alone, recurring briefly on two occasions when she lapsed from the diet. She never had dapsone.
Discussion
The association of a gluten-sensitive small bowel enteropathy with DH is now well established (Marks et al. 1966 , Fry et al. 1967 , Brow et al. 1971 . This patient has both features, but is unusual in that symptoms from her enteropathy long preceded those of her skin disorder. This is in contrast to the majority of patients with DH who usually present to dermatologists first, though there have been reports of the enteropathy preceding the skin eruption (Fraser et al. 1968 , Shuster et al. 1968 . A further unusual feature is that symptoms from the skin eruption have been minimal, and she was only picked up as a case of DH when she was included in an immunofluorescent study of the uninvolved skin in patients with (Seah et al. 1972) ; she was the only one of 22 patients with adult cceliac disease to have IgA deposits in the dermal papillf in her uninvolved skin. Subsequent studies show that this finding is diagnostic for DH. The patient, in retrospect, gives a history of a skin rash characteristic of DH. She has, however, never had to take dapsone or sulphapyridine to control her rash which is now completely quiescent on her strict gluten-free diet. have recently reported the efficacy of such a diet in controlling the skin rash of DH, and suggest that this therapy should be considered in all patients with this condition.
Sir Robert Drew said that they were all interested to learn of the characteristic apperances in immunofluorescent studies of the skin in this disease. One explanation of these deposits could be that IgA was absorbed through the gut and deposited in the dermal papillk. Would Dr Seah agree that in the past a number of cases had been wrongly labelled as dermatitis herpetiformis and treated with dapsone? Dr Seah agreed. A recent study found that in 13 of 58 patients a clinical diagnosis of DH could not be substantiated on further testing.
